dpl-1 showed aspects of a positive regulator as well as and efl-2 was found to resemble efl-1 RNAi rather than dpl-1 RNAi. It remains unclear whether the lack of phea negative regulator of S phase entry. In cyd-1(he112) mutant larvae, dpl-1 RNAi resulted in several rounds of notype was caused by ineffective RNAi or a lack of efl-2 requirement. Thus, although the partly opposite DNA replication ( Figure 1A ) and restored cell division at a level that was limited ( Figure 1C (Table 1) . However, mutations in three other synMuv B genes, lin-9, lin-15B, and function alleles lin-36(n766) and lin-9(n942) caused similar results as RNAi, but rescue was not obtained with lin-36, caused a cell cycle phenotype.
A surprising result was obtained for lin-15B: although the hypomorphic allele lin-9(n112) (Figures 2A and 2B and data not shown). Inactivation of lin-9 or lin-36 relin-15B and lin-35 Rb act in a common synMuv B pathway, these genes do not appear to act in the same stored cell division and endoreduplication in cdk-4(gv3) and cyd-1(he112) mutant larvae to the same extent (Fig-G 1 control pathway. lin-15B RNAi weakly rescued the 
